Phospholipids such as phosphatidyl inositol and phosphatidyl serine inhibit the binding of R5020 and progestin receptors.
The binding of estradiol receptors of rat uterine cytosol was inhibited by unsaturated long chain fatty acids (ClecHofmann et al., 1983) . The binding between R5020 and progesterone receptors was also inhibited by unsaturated long chain fatty acids in the same manner (Mitsuhashi et al., 1986) . Unsaturated long chain fatty acids were mainly contained in membrane phospholipid in the cell. Phosphatidyl inositol or phosphatidyl serine had an inhibitory effect on the progestin receptors of rat uterine cytosol (Mitsuhashi et al., 1988) . In this paper, the effect of phospholipids on the estrogen receptors of rat uterine cytosol was investigated.
Materials and Methods

Materials
Female rats of Wistar strain (Takasugi Breeding Laboratories, Saitama) were used. At 28 days of age they were decapitated and the uterus was dissected and washed in ice-cold 10% glycerol Tris buffer (pH 7.4) containing 20mM sodiummolybdate and 1 mM dithilothreitol (10% glycero-Tris buffer). studies in the present experiments have shown that phospholipids appear to inhibit specific binding of estrogen and estrogen receptors in rat uterine cytosol. Rat uterine estrogen receptors were inhibited by unsaturated fatty acids (Clerc-Hofmann et al., 1983) . But human uterine estrogen receptors were reported to be potentiated by unsaturated nonesterified fatty acids (Benassayag et al., 1986) . Concerning the progestin receptors of rat uterine cytosol, the binding was inhibited by unsaturated fatty acids or phospholipids (Mitsuhashi et al., 1986 (Mitsuhashi et al., , 1988 . As for the steroid receptors in other tissues, the binding of rat brain progestin and glucocorticoid receptors to respective steroids were inhibited by unsaturated fatty acid and phospholipids in the same manner (Kato et al., 1987) . And the inhibitory effect was not a competitive one. Concerning the androgen receptors in rat prostate gland, unsaturated fatty acids inhibit the binding of R 18 81 to the cytosol receptors (Mitsuhashi et al., 1988) . Therefore it may be assumed that sex steroid receptors are commonly affected by long chain fatty acids or phospholipids.
Moreover, it is presumed that fatty acids or phospholipids play a modulatory role in the interaction of steroid hormone with its receptor. Neither prostaglandins, which are the metabolites of arachidonic acid, nor saturated fatty acids have any effect on the binding (data not published), so the molecular configuration may have great significance in relation to this inhibitory effect. 
